Abstract A 57 year old woman developed a chylothorax as a result of having had filariasis as a child. This failed to respond to conservative measures but was successfully managed by means of a Denver pleuroperitoneal shunt.
filariasis.' At operation these were oversewn and the patient had no further chyluria. She had then remained well until the age of 57.
Clinical examination on presentation revealed signs consistent with a large left pleural effusion. She was not anaemic or febrile, nor was there any palpable lymphadenopathy. The eosinophil count and filarial complement fixation count were normal (a finding that does not exclude previous filarial infection).2 Chest radiography and computed tomography confirmed a large left sided pleural effusion but were otherwise non-diagnostic. Thoracocentesis produced 2000 ml of chyle. Cytological examination showed numerous lymphocytes but no malignant cells. Lymphography showed multiple fluid levels due to the filling of cavities within dilated lymphatic ducts in the upper retroperitoneum and posterior mediastinum with the oily contrast medium (Ultra Fluid Lipiodol).
The chylothorax was initially managed conservatively with continuous intercostal tube drainage and total parenteral nutrition. After three weeks on this regimen the effusion resolved; but over the next five months a total of 12 litres of chyle was aspirated despite tetracycline pleurodesis on three occasions.
In view of the failure of conservative management a Denver pleuroperitoneal shunt was inserted under general anaesthesia, after aspiration of a further 2 litres of chyle. The patient was taught to compress the pump chamber, and discharged home on the fifth postoperative day. Seventeen months later she remains symptom free and has required no further therapeutic intervention.
Discussion
The diagnosis of filarial chylothorax was made in the light of the history of the childhood illness in a tropical area endemic for filariasis. The lymphographic appearances were those of an acquired lymphatic block, with total occlusion of the thoracic duct and "pathognomic" lymphatic lakes at or near the level of the diaphragm. time it is highly unlikely to do so and depletion of lymph leads to progressive inanition of the patient. In this case several months elapsed in this manner because the patient was reluctant to undergo operative treatment.
Traditionally surgery for chylothorax means either radical pleurodesis or identification of the site of leakage by lymphography or radioisotope scanning, followed by direct repair, ligation, or lymphoazygos shunting of the lymphatic fistula at thoracotomy.2 In this case a high pressure lymphatic system was thought to be present at the level of the diaphragm, which had previously resulted in chyluria and now presented with chylothorax. The aim of treatment was therefore to decompress rather than to seal the fistula. The pleuroperitoneal shunt enables lymph to be shunted to the greater absorptive surface area of the peritoneal cavity and may thus obviate the need for major surgery without compromising the operative field should thoracotomy subsequently prove necessary.
Pleuroperitoneal shunting has been used in' the treatment of recalcitrant chylothorax for almost a decade and its successful use has been described in both congenital neonatal chylothorax6 and adult cases7 of traumatic and malignant aetiology. We believe, however, that this is the first case in which the use of the pleuroperitoneal shunt has been described in chylothorax secondary to filariasis. Pulmonary alveolar microlithiasis is an uncommon disorder of unknown aetiology, characterised by microliths within the alveoli. Diagnosis is usually made from the radiographic appearance."2 Finger clubbing has been reported in pulmonary alveolar microlithiasis,' 3 ' but not hypertrophic pulmonary osteoarthropathy. We report such a patient.
increasing dyspnoea on exertion, and a cough producing yellow sputum. There was no relevant family history. On examination she was obese and had finger clubbing. Her wrists, ankles, metacarpophalangeal joints, and metatarsophalangeal joints were swollen, erythematous, and tender in response to light palpation. Auscultation of the chest disclosed bilateral basal end inspiratory crackles.
The erythrocyte sedimentation rate was 80 mm in one hour. Rheumatoid factor was present and C reactive protein was increased. Arterial blood gases while she was breathing air were: pH 7-42, arterial carbon dioxide tension (Paco2) 4 2 kPa, arterial oxygen tension (Pao2) 9 9 kPa. Pulmonary function tests showed mild restriction and a transfer factor (TLCO) of 39% predicted. A chest radiograph (fig 1) showed very fine, sand like micronodules of calcific density, diffusely affecting both lungs. The appearance was unchanged from a radiograph taken 10 years earlier.
Computed tomography of the chest showed diffuse bilateral calcified densities, predomin- 
